Two cases of chlamydial infection in pregnant women are described, the first serologically proved and the second suspected. In both cases the infection was probably contracted from sheep suffering with enzootic abortion. Both patients were farmers' wives who had helped their husbands with lambing and developed a non-specific febrile illness in late pregnancy. In the first case as there was no clinical improvement after 26 hours the patient was delivered by caesarean section of a live infant in good condition; the patient recovered fully. The second patient had presented a year earlier, the fetus had died in the uterus, and the patient herself died after spontaneous labour and forceps delivery 14 hours after admission. Both patients developed disseminated intravascular coagulation.
Introduction
Enzootic abortion in ewes caused by Chiamydia psittaci is common among sheep in North Devon and produces spontaneous abortion, stillbirth, or delivery of weak lambs. The condition was first reported in Scotland in 1936, and since then there have been numerous reports throughout the world to testify to its economic importance.' Human infection with strains of C psittaci causing abortion is rare, and until recently this organism has not been considered important in obstetric practice in Britain. Roberts et al2 described the first case of human abortion associated with the causal agent of enzootic abortion in ewes in the United Kingdom. We describe two cases, the first proved serologically and the second suggestive of chlamydial infection. An initial diagnosis of septicaemia was made and intravenous cephradine 500 mg six-hourly and gentamicin 80 mg eight-hourly was started. Shortly after admission, further discussion with the patient revealed that she had recently been in close contact with sheep suffering from enzootic abortion, and to cover the possibility of C psittaci infection we also gave the patient erythromycin 100 mg intramuscularly every six hours. Further blood coagulation studies over the next 16 hours showed a progressive fall in the platelet count to 58 x 109/1, with plasma fibrinogen concentration of 2-27 g/l and fibrin degradation products 30 g/l. A bone-marrow biopsy specimen showed plentiful megakaryocytes, suggesting increased peripheral consumption of platelets.
After 26 hours there was no clinical improvement; the patient remained feverish at 40°C with air hunger, and the fetus maintained its tachycardia. The Blood coagulation results available immediately after death showed pronounced disseminated intravascular coagulation, with fibrin degradation products of 320 g/l, plasma fibrinogen concentration of 1-1 g/l, and platelet count 11 x 109/1. No organisms were grown from blood or urine on routine culture.
At necropsy there was acute non-specific reactive hepatitis with a considerable increase in neutrophils and large, rather bizarre mononuclear cells. These non-specific changes suggested an overwhelming infection. There was no evidence of amniotic embolism or acute pyelonephritis.
Investigations and results
Sera were taken from the first patient on days 3, 10, and 31. The farm flock was also sampled in June 1981, about three months after lambing; sera were examined from four non-aborted healthy ewes and four sheep vaccinated against enzootic abortion six weeks before lambing (both groups delivering healthy lambs) and five aborted ewes. All sera were tested by complement-fixation tests using C psittaci antigen (supplied by the Division of Microbiological Reagents, Central Public Health Laboratory, Colindale). The anti-complementary activity of the sheep sera was overcome by inactivating them at 60°C; none of them reacted with normal yolk sac antigen after this treatment. All sera were tested at the Public Health Laboratory, Bristol by indirect immunofluorescence using whole inclusions of the strain of C psittaci that causes enzootic abortion as antigen. Q fever antibodies were not found in any of the sera. The table confirms infection in both the first patient and her farm flock. antibody by immunofluorescence in the sera from sheep that had aborted were consistent with psittacosis. These results strongly suggest that the first patient was infected with this organism, with which she had been in close contact. Though laboratory tests for chlamydia were not carried out on the second patient the infection in the sheep and the similarity of symptoms to those of the first patient suggest that she too may have been infected with the causal agent of enzootic abortion in ewes. Disseminated intravascular coagulation in psittacosis has been reported in non-pregnant persons9-11; the origin of the infection in these cases was avian. We report the first association between disseminated intravascular coagulation and C psittaci infection in pregnancy.
The strains of Chlamydiae that cause enzootic abortion in ewes can establish placental and fetal infection in animals after chlamydaemia, with a predilection for the hilar region of the placentome.1 The first patient made no real clinical improvement despite erythromycin treatment until she was delivered. The same predilection for placental tissue may exist in humans infected with the causal agent of enzootic abortion in ewes and unless this focus of infection is removed clinical recovery may be delayed, with the risk of a stillborn fetus. If infection with the strain of C psittaci that causes enzootic abortion in ewes is suspected in late pregnancy, early delivery may be the correct management, and the placenta should be examined for the organism in such cases.
The clinical picture and epidemiology in the second case makes it likely that chlamydiae were responsible for her illness and subsequent death. With hindsight, had this diagnosis been considered initially, delivery soon after admission might have saved both mother and infant.
